property of the galaxy may suggest an answer. SDSS J0905 + 57 is extremely compact: half of its huge starformation rate comes from a region less than 100 parsecs across (the Milky Way is about 20,000 parsecs across). With so much light being emitted from such a small region, the momentum being imparted by the starlight itself on any nearby gas becomes a highly powerful force. The authors show that this 'radiation pressure' could indeed accel erate the wind to such a high velocity that it would sweep up most of the molecular gas. This would also represent a gentler way of pushing on the gas than through supernovae, which generate strong shocks. Such a mecha nism would avoid destroying the molecular bonds in the gas. A similar process leads to the Eddington limit -the maximum luminosity of a star. What the authors see here is a truly 'Eddingtonlimited galaxy' .
Such a radiationpressure mechanism represents an exciting and unusual channel for feedback. Although radiation pressure has been proposed as a potential feedback chan nel 6 , it has only just begun to be included in models, and has remained observationally elu sive. That may change rapidly now. Of course, uncertainties remain. Perhaps the outflow in SDSS J0905 + 57 is, after all, powered by a supermassive black hole shining as an AGN. AGNs are notoriously fickle. Because black holes are so small, the brightness of AGNs can fluctuate dramatically on short timescales. It is therefore hard to rule out the possibility that an AGN 'lit up' the galaxy a few million years ago and launched the observed winds, only to fade away before we could see it. At present, we have Occam's razor (the principle of simpli city) as our guide, reminding us that we need not invoke anything other than the observed starlight to explain the winds. How ever, future observations by the authors could test this hypothesis definitively by building a statistical sample of galaxies that have similar properties to those of SDSS J0905 + 57.
In any case, this object represents a remarkable new class of system, one with violent, massive outflows of dense molecular gas. Geach (page 51) report that behavioural resilience in mice is promoted by the βcatenin protein, through control of the enzyme Dicer1.
Research over the past decade shows that a complex interplay between genetic and envi ronmental factors underlies mood disorders, and points to some key molecular pathways involved in such conditions 3 . This work has also led to the development of antidepres sants, but such drugs are effective in only about twothirds of people with depression 4 . A better understanding of the molecular pathways active in resilient individuals could inform us of alternative treatment strategies 5 . βCatenin controls brain function 6 , and molecules regulating βcatenin activity have been implicated in depression 7 . Dias and col leagues analysed the role of βcatenin in resil ience, using a wellestablished mouse model of depression -chronic social defeat stress (CSDS) 8 . Briefly, male mice are repeatedly exposed to males from a physically superior strain. The encounter regularly ends with the defeat of the test mice. Although the fights do not usually result in severe physical injury, the repeated defeat leaves psychological scars that ultimately manifest in depressive behaviour. For example, mice that have experienced CSDS will largely avoid social contact, a symptom also observed in people with depression 9 . The authors focused on a specific brain region, the nucleus accumbens (NAc), which is part of the forebrain. Although the NAc is 
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Ultrafast imaging takes on a new design
An imaging technique has been developed that can record non-repetitive ultrafast phenomena without strobe or flash illumination. The approach could find applications in biomedicine and security technologies. See Letter p.74 B R I A N W. P O G U E I n this issue, Gao and colleagues 1 (page 74) describe a new imaging technology that can capture timeevolving events at a speed of up to 100 billion frames per second without the need for specialized illumination meth ods. The technique involves a unique hard ware design combined with spatial encoding of the image, to achieve something not pos sible before. The approach allows imaging of ultrafast phenomena that need happen only once, and does so using single camera snap shots. By contrast, ultrafast imaging tech niques used today rely on imaging the same subject over and over again, requiring it to be a repeated event, or on using strobe or flash illumination.
Imaging fast phenomena has been a research field in itself, ever since the golden age of film photography in the nineteenth century, which used controllable mechani cal light shutters that limit the film exposure time. Highspeed photography using moving prisms or mirrors was originally developed in the twentieth century, and has been used to take spectacular photos of bullets going through apples and water balloons, to capture suspended water droplets, explosion clouds and sonic booms, or simply to record sport ing events. The development of digital elec tronic sensors in the semiconductor era of the primarily known for its role in addiction 10 , earlier work from the same group suggests that it is also involved in depression 7 . When Dias and coworkers artificially increased the amount of βcatenin in the NAc, the social behaviour of mice that had experienced CSDS became indistinguishable from that of the con trols, suggesting that βcatenin promotes resil ience. Conversely, blocking βcatenin resulted in depressive behaviour in mice that had expe rienced a stress dose that normally does not cause depression. Together, these experiments point to a pivotal role for βcatenin in stress resilience. Further investigation revealed that this action of βcatenin took place in only one type of neuron in the NAc, the D2type medium spiny neurons, which are inactive in 'depressed' mice, but activated in those that show resilience.
These straightforward findings became more complicated when the authors tried to address exactly how βcatenin mediates proresilient behaviour. βCatenin provides a classic example of 'protein moonlighting' , a phenomenon in which a protein performs more than one function. It was originally identified as a component of a celladhesion complex 11 that, among other roles, regu lates plasticity in mammalian neurons. But βcatenin also has a nuclear function as an intracellular signal transducer, relaying infor mation from a class of extracellular signalling molecules, Wnts, to regulate gene expression in the nucleus 12 . Dias et al. provide strong evidence that it is the nuclear function of βcatenin that is involved in resilience.
To gain insight into the genes regulated by βcatenin, the researchers created a genome wide map of genetic regions bound by the protein. One of the most highly ranking genes to surface from this analysis was Dicer1, which encodes an enzyme that is crucial for the gen eration of various small regulatory RNAs 13 -molecules that do not code for proteins themselves, but rather control protein produc tion. The beststudied family of such RNAs, microRNAs (miRNAs), fulfil various func tions in neurons 14 . Through a series of genetic experiments, the authors convincingly show that the proresilient effects of βcatenin are absent if Dicer1 is genetically removed.
Dias et al. propose a model whereby βcatenindependent regulation of small RNAs -in particular miRNAs -underlies behav ioural resilience to stress (Fig. 1) . The potential link between βcatenin and miRNAs is perhaps the most exciting aspect of this study. Because each miRNA can regulate the production of hundreds of proteins, βcatenin could in this way control the expression of a plethora of 'antiresilience' proteins that counteract resil ience. However, several caveats remain to be addressed.
Dicer1 protein is necessary for the expres sion of most miRNAs, but only a few miR NAs were robustly affected by βcatenin manipulation. Could this mean that other targets of Dicer1 are involved in resilience? A growing body of work 13 indicates that Dicer1 is responsible for the production of other classes of small RNA (such as small interfer ing RNAs) and that it is also involved in small RNAindependent processes. Comparing Dias and colleagues' results with those from other mice with reduced miRNA processing -for example, mice with mutations in the Dgcr8 gene 15 -should help to clarify the role of miRNAs in resilience. Even if miRNAs are the crucial effectors of resilience, identifying the physiologically relevant ones among the nearly 1,000 miRNA species seems to be a long shot. Nevertheless, Dias et al. provide some promis ing leads for followup experiments.
What is the relevance of these findings for humans? The βcatenin pathway is not unknown territory for therapeutic depres sion research. Several proteins that control βcatenin activity are altered in people with depression, including the kinase enzyme GSK3, which is a target of the antidepres sant drug lithium 4 . It will now be necessary to determine if the βcateninregulated miRNAs presented in the current study are also affected in the brains of people with depression.
Dias and colleagues' research underscores the importance of smallRNA regulation in neuropsychiatric conditions. Assuming that effective and safe delivery of RNA into the human brain can be accomplished in the future, boosting the expression of selected small RNAs could become a viable strategy for building a protective shield that prevents stress from throwing our minds off balance. ■ 
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